Introduction
In mares, as in many other domestic animals, pulsatile uterine secretion of prostaglandin ¥2u (PGF2ll) is thought to be respon¬ sible for cyclic luteolysis. Concentrations of PGF2c( in the uterine vein are raised at the time of luteolysis (Douglas and Ginther, 1976) , and circulating concentrations of the pulmon¬ ary metabolite of PGF2u, 13, (PGFM) increase and decrease episodically at this time (Kindahl et al, 1982) . Furthermore, the administration of PGF2<X or its ana¬ logues induces luteolysis in both dioestrus (Douglas and Ginther, 1972) and early pregnant (Kooistra and Ginther, 1976) mares. Although the mechanisms that lead to uterine PGF2u secretion in mares are not well understood, in domestic ruminants, an initial release by the endometrium is induced by the action of oxytocin, probably of neurohypophyseal origin, on endometrial oxytocin receptors (McCracken et al, 1991; Silvia et al, 1991) the development of which is dependent on the steroid hormone environment (McCracken et al, 1984; Vallet et al, 1990) . In turn, this PGF2(1 stimulates the secretion of oxytocin from the corpus luteum (Flint and Sheldrick, 1982) , creating a positive feedback loop that increases the magnitude of the PGF2(J spike. There is evidence that oxytocin may also be involved in the luteolytic process in mares, since administration of exogenous oxytocin stimulates the release of PGF2u late in dioestrus (Betteridge et al, 1985; Goff et al, 1987 Goff et al, , 1993 , and circulating oxytocin concentrations are high at this time flushing the blastocyst from the uterus could itself extend the luteal phase. Subsequently, Goff et al. (1987) (Douglas and Ginther, 1976) , peripheral plasma (Kindahl et al, 1982) and the uterine lumen (Zavy et al, 1984) Fig. 5a ), but this relationship was absent in pregnancy ( Fig. 5a ; r = 0.2121, P>0.5). Although there was a marked difference with respect to day after ovulation in the PGFM response to manipulation of the pregnant uterus (Fig. 5b) (Allen, 1992) . Further loss may result from failure of the developing conceptus adequately to prevent PGF2<1 release and, therefore, prevent luteolysis. The present data demonstrate the subtlety of the changes in uterine sensitivity to oxytocin occurring at this critical time.
